Introduction
Prevention of implantation of blastocysts by hormones or related substances which affect the hormonal regulation of this process has been explored intensively during the past decades. Oestrogens and/or progestagens as well as their antagonists can induce local imbalances affecting the endometrial preparation and development of an appropriate uterine 'milieu'. In such studies, the rat and mouse are used preferentially as 'pilot' species because so much is already known about their reproductive processes, implantation in particular (Psychoyos, 1973; Finn, 1977) .
Implantation in the rat follows a precise time course of hormonal conditioning: a progesterone priming for about 48 h which then allows, a few hours later, oestrogen to induce a short phase of endometrial receptivity, the so called "implantation window" (Psychoyos & Martel, 1985) . Under normal conditions, the necessary 48-h preparation of the endometrium by progesterone seems to start by the evening of Day 2 of pregnancy (Day 1 = day of mating), and is completed by the evening of Day 4. Oestrogen availability at the latter time induces the receptive phase which appears around 12:00 h of Day 5 (Psychoyos, 1973) . Anti-oestrogens or anti-progestagens administered early in pregnancy may interfere with implantation by altering the normal pattern of this hormonal conditioning.
In a series of experiments, the results of which we report here, we have studied the effects on uterine receptivity and implantation of a potent synthetic antiprogestagen, RU 486. We have focussed this study in particular on the changes in the timing of endometrial receptivity, induced after an early treatment by this compound, as well as its effect on the future of the fertilized ova. A preliminary account of this study has been reported elsewhere (Psychoyos, 1986 (Psychoyos, 1971 
Discussion
As shown by the results described above, RU 486 affects early pregnancy in different ways depend¬ ing on the amount administered and the day of its administration. Given on Day 1 it may lead to a marked decrease in the number of implanting embryos and the percentage of animals showing implantations. However, several of the implantations occurring under these conditions were delayed. As already mentioned, progesterone preparation of the endometriurn seems to start by the evening of Day 2 of a normal pregnancy in the rat. Administration of antiprogestagen on Day 1 is assumed to cause delayed implantation by changing the 'starting-point' of the pre-nidatory priming of the endometrium by progesterone. The occurrence of endometrial receptivity could therefore be displaced for 1-2 days. Such a change was also observed with RU 486 treatment in the animals of our Study II, in which the endometrial sensitivity for decidualization was manifested at a time when, under normal conditions, it should have been absent. In fact, the intraluminal instillation of oil induces a decidual response when applied on Day 5 of a normal pregnancy, but fails to do so on the following days (De Feo, 1967; Finn, 1977) . Similarly, blastocysts transferred into the uterus of normal pseudopregnant rats beyond the chronological limits of uterine receptivity fail to implant, degenerate and are expelled through the vagina (Dickmann & Noyes, 1960; Psychoyos, 1973; Psychoyos & Casimiri, 1981 
